A CASE OF PAROXYSMAL NOCTURNAL HEMOGLOBINURIA WITHOUT DEFICIENCY OF DECAY-ACCELERATING FACTOR ON ERYTHROCYTES

To the Editor:
now known to be caused by the deficiency of the complement regulatory protein, ie, decay-accelerating factor (DAF), which prevents the assembly of the C3 and C5 convertases of both the classic and alternative complement pathways on erythrocytes.',2
The present case, a 20-year-old male, was initially sent to our department for further examination of pallor and hematuria and showed positive Ham and sucrose hemolysis test, in addition to hemolytic anemia, hemoglobinuria, and hemosiderinuria, 8 years ago. During the 8-year observation after the first hemolytic attack, he had eight intermittent hemolytic attacks and cerebral infarction at the third one.
The expressions of DAFZ and acetylcholinesterase (Ach-E)' on erythrocytes and granulocytes were examined by cytofluorometry. Erythrocytes and granulocytes from the patient and normal individuals were incubated first with the monoclonal antibodies, followed by a fluorescein-conjugated goat anti-mouse IgG, and then analyzed by a fluorescence-activated cell sorter (FACS). The results of FACS
